An enormous amount of research has been aimed at identifying biological and environmental factors that are contributing to the current global obesity pandemic. The present paper reviews recent findings which suggest that obesity is attributable, at least in part, to a disruption of the Pavlovian control of energy regulation. Within our framework, this disruption occurs when (a) consumption of sweet-tasting, but low calorie or noncaloric, foods and beverages reduces the ability of sweet tastes to predict the postingestive caloric consequences of intake and (b) consuming diets high in saturated fat and sugar (a.k.a., Western diet) impairs hippocampal-dependent learning and memory processes that are involved with the use of interoceptive ''satiety'' signals to anticipate when food and eating are not followed by appetitive postingestive outcomes. The paper concludes with discussion of a ''vicious-cycle'' model which links obesity to cognitive decline.
Introduction
Most people in Western cultures live in places where highly palatable, energy dense foods and beverages are abundant and where advertising and other marketing ploys are aimed at keeping thoughts of these foods and the pleasures of eating them almost constantly in mind (Goris, Petersen, Stamatakis, & Veerman, 2010; Johnson, 2013) . Over the past 30 years, most of us who live in these places have become overweight or obese (Ford & Mokdad, 2008) . Furthermore, as our Western diet with high levels of saturated fat and processed sugars has become more popular in other societies, the obesity pandemic that seems to have started in the U.S. has become a global concern (e.g., Popkin, Adair, & Ng, 2012) .
For these very good reasons, current Western and Westernized food environments are often considered to be ''obesogenic'' (e.g., Ard, 2007; Berthoud, 2012) . However, a useful scientific explanation of why we overeat and become obese will require us to do more than merely describe and label the food environment. Specifically, even if one accepts that the abundant food-related environmental cues and the presence of energy dense food act as intended, to evoke eating when energy requirements have not been met, precisely how these stimuli continue to evoke intake when our needs for energy have been satisfied or even surpassed remains an unanswered question. The purpose of the present paper is to show how this question could be addressed using principles that are derived from a largely associative analysis of learning and memory.
To achieve this goal, we outline a model that attempts to (a) identify important stimuli and events that are critically involved with the learned control of energy intake and body weight; (b) describe the set of relationships in which these events are embedded; (c) show how this set of relationships generates a mechanism for the inhibitory control of feeding behavior; (d) discuss how aspects of the current food environment may promote overeating and obesity by interfering with specific components of this mechanism; and (e) consider how this type of interference could also result in a progressive decline in cognitive health.
A model of associative relations in energy regulation
The first step toward determining the role of learning and memory in any behavioral or physiological function is to identify the relevant stimuli and to describe the important relationships among them. Fig. 1 outlines a model of how orosensory cues (e.g., tastes), postingestive cues produced by the arrival of calories in the gut, and energy state cues like those arising from satiety are integrated as part of the learned control of energy and body weight regulation. According to this model, tastes and other orosensory cues become associated with postingestive gastrointestinal (GI) outcomes of intake, such as those produced by the absorption of nutrients. As a consequence, orosensory food cues can come to excite memories of the appetitive postingestive stimulation produced by eating.
